Fujiwara (1) reported that the spine of a toxic sea urchin induces dyspnea in man. The bronchospastic action of the toxinic substance is apparently the main cause of dyspnea, but the toxinic substance may also influence the function of cellular mitochondria.
The reaction mixture totalling 4.5 ml contained 25 mM tris buffer (pH 7.0), 50 mM sucrose, 5 mM magnesium chloride, 2 mM EDTA, 15 mM potassium chloride and other reagents. The mitochondrial respiration rate was measured by the method of Utsumi et al. (6) . Effects of F3 and F4 fractions on the mitochondrial respiration were observed after blocking the electron transport from the NAD system by rotenone when succinate was used as substrate (A) and by blocking the oxidation of succinate by malonate when glutamate served as substrate (B). 
